Hypokalemic periodic paralysis (HOKPP) is a rare neuromuscular disorder caused by altered transport of cellular potassium that leads to significant muscle weakness of the extremities. Paralytic attacks are induced by a drop in the serum potassium level and they have been associated with specific triggers. This case describes a 21-year-old male who has had recurrent presentations of acute paralytic attacks following vigorous physical activity. At presentation, this patient exhibited flaccid paralysis of all skeletal muscles below the neck, but was alert and oriented with stable vital signs. The patient was found to have a potassium level of 2.1 mmol/L and an EKG demonstrating U waves (characteristic of hypokalemia). The patient was treated with potassium supplementation with resolution of symptoms. The mainstay of prevention of long term permanent muscle weakness is avoidance of triggers that can lead to hypokalemia. Through education on disease process and lifestyle modifications, we were able to end the cycle of recurrent hospital readmissions and the subsequent financial burden this generated for the patient and his family.
INTRODUCTION
Hypokalemic periodic paralysis (HOKPP) is a rare neuromuscular disorder caused by altered transport of cellular potassium, leading to substantial muscle weakness of the extremities [1] . HOKPP is the most common cause of periodic paralysis; however, the disease prevalence is still quite rare, approximately 1:100,000 [2] . Paralytic attacks are induced by a drop in serum potassium level and have been associated with triggers, such as vigorous physical activity, high-carbohydrate meals, alcohol use, prolonged immobility, corticosteroid use, and glucose infusions [2] . This disease can progress to permanent myelopathy, specifically in the fourth to fifth decades of life.
In an emergency clinical scenario, it is possible for HOKPP to be misdiagnosed as a large intracranial or spinal process, which could delay appropriate treatment and lead to life-threatening cardiac arrhythmias [3] or progression to respiratory decompensation [2] . Our case report documents a patient with HOKPP and discusses the importance of patient education for the prevention of recurrent paralytic episodes and disease sequelae.
CASE REPORT
A 21-year-old man awoke with paralysis. The patient reported he was playing basketball and ate a high-carbohydrate snack for energy the day prior to the onset of symptoms. He reported having been diagnosed with HOKPP at the age of 14, with poor follow-up. Over the 7 years following diagnosis, he had required 1 or more hospitalizations per week, the frequency increasing over time; the disease had caused substantial financial burden, including job loss. His home medications included potassium chloride, 120 mEq daily, and spironolactone, 100 mg daily.
At presentation, the patient was alert and oriented, with stable vital signs. His lungs were clear to auscultation, and respiration was nonlabored on room air. Cardiac examination showed bradycardia with regular rhythm and no murmurs. Musculoskeletal examination revealed flaccid paralysis of all 4 extremities, with decreased deep tendon reflexes. Laboratory testing revealed a potassium level of 2.1 mmol/L (normal range, 3.6-5.2 mmol/L), anion gap of 17 mmol/L (9-15 mmol/L), and glucose level of 104 mg/dL (70-100 mg/dL). All other electrolytes, including sodium, chloride, calcium, phosphate, and magnesium, were within normal range. Due to the presence of sinus bradycardia and potassium abnormalities, an electrocardiogram was obtained and was positive for U waves (Figure 1 ). An electromyographic scan was subsequently performed and revealed absent peroneal, anterior tibialis motor response, and low left ulnar motor amplitude, consistent with muscle channelopathy.
The patient was administered 140 mEq of potassium, which normalized his potassium levels and restored freedom of movement. He was advised to adopt a low-carbohydrate diet and to exercise less, in order to help reduce recurrences. He was discharged with a prescription for potassium chloride, 60 mEq daily, spironolactone, 100 mg daily, and triamterene, 50 mg daily. Figure 1 . Electrocardiogram. Findings of low T waves, followed by high U waves (black arrows) characteristic of hypokalemia.
DISCUSSION
Our patient was diagnosed with HOKPP 7 years prior to presentation to our facility. Despite having a diagnosis for his illness, the patient required hospitalization for paralytic attacks with increasing frequency, up to several times per week. This level of disease burden caused social and financial strain on the patient through loss of employment and dependence on family members. Health system resources also were impacted, with multiple hospital admissions per week.
It is well documented that the mainstay of prevention of acute paralytic attacks is avoidance of dietary and behavioral triggers [2] [3] [4] . These triggers vary among patients; however, they can be identified and avoided. It is not known to what degree the prevention of paralytic attacks has on the prognosis of long-term, permanent muscle weakness [2] .
It is clear that reducing the number of paralytic attacks and frequency of hospital admissions will improve this patient's quality of life and the financial burden of his disease. After noting that the patient's activity and dietary choices were negatively impacting his disease process, we provided him and his family with education on the disease and lifestyle modifications, and scheduled close outpatient follow-up as a means to prevent repeat admissions. He has not required hospitalization at our institution since his last discharge. 
